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We have identified novel components in the Notch signaling
pathway that affect cysteine bridge formation (kiga) and
glycosylation (rumi) of Notch in the signal receiving cell, and
transport of Delta (arp1 and arp3) in the cell signaling cell. We
will briefly describe the genetic screen that led to the isolation of
these genes, as well as the characterization of these novel
players.
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Mind bomb (Mib) ubiquitylates DeltaD to promote its
endocytosis. Mosaic eyes (Moe) was identified as a Mib
interacting protein. We show that Moe also regulates Mib’s
distribution, stabilizing it at the cell surface. An N-terminal
deleted Moe, that binds Mib but does not localize to the cell
surface, prevents Mib from being localized at the cell surface.
This form of Moe causes reduction of DeltaD protein in cell
lysates. Knock-down of Moe also results in loss of DeltaD
protein in the hindbrain. This only becomes apparent at 18–
22 hpf, when there is also a failure to organize apical junc-
tions in moe morphants. Expression of radical fringe (rfng)
and wnt1, whose Notch-dependent expression is normally
restricted to rhombomere boundaries, expands into adjacent
non-boundary domains in moe morphants. Their expression is
normally prevented in para-boundary cells by Delta, whose
interactions with Notch in the same cell (in cis) prevents
Notch activation and subsequent expression of rfng and wnt1.
Knock-down of Delta also results in expansion of rfng ex-
pression, suggesting that Delta is essential for cis inhibition of
Notch in para-boundary cells, not for activating Notch in
adjacent boundary cells. What then is responsible for Notch
activation in boundary cells? We are currently testing if the
absence of cis inhibition is itself a critical determinant of
Notch activation in boundary cells.
doi:10.1016/j.ydbio.2007.03.083
Program/Abstract # 37
A critical role for Cadherin6B during the
epithelial-to-mesenchymal transition underlying avian
neural crest cell migration
Lisa Taneyhill, Edward G. Coles, Marianne Bronner-Fraser
Division of Biology, California Institute of Technology,
Pasadena, CA, USA
Cadherins are components of cellular adherens junctions
that mediate cell–cell adhesion and help define epithelial
polarity. Various cadherins are expression during the for-
mation of the neural crest, a transient population of
migratory cells that gives rise to many structures in the
developing embryo, including the craniofacial skeleton and
peripheral nervous system. Initially, high levels of cadher-
in6B (cad6B) are observed in avian neural crest precursor
cells located in the dorsal neural tube; however, cad6B is
down-regulated in these cells as they emigrate away from the
neural tube. We have recently shown that the epithelial-to-
mesenchymal transition (EMT) that characterizes avian
neural crest cell emigration involves the direct transcriptional
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